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AEIATEEFENE BRI FH R

XIZE W% SR - VIR B T AR kR R REE YRR
(1. KERIMYE BT, YL KPR 163712)

W OB, 5k, Me s Parkinson's disease, PD) # & B ETRW H I, LAt o R B L8025 R i,
PD ##¥1 69 Bym B & R KRB R FMWT, BATIAA KIER S 5 PD 69 K AmALH Ak R EIREWMK, ALK
HLAT 98 2 7. B -F Tumor Necrosis Factor (TNF) 2 € 209 X EA R, FEHF AW INF 25 PD K midAL 7 a94b 22
KMR R, RETAFNELATRAADRGME, KB EHELEDH INF AF K ER S PD &+ 694F A A
B PD # TNF-a 5 Fhuhl, 435856 B Ba— i b 69 % of, A8 VAR R PD K mbuhl 69 &F AR 5 5%

KA Mehm: WBARR T Abe K, il 2
DOI: doi.org/10.70693/cjmsr.v1i2.1254
LATS

M1 4 A% J55 (Parkinson’s disease, PD)/& 5 — K WA AR 1B AT 505 » BN AR T BT R 7 I 3R (AD) R B8k S .,
PD = ZLR I 2 L REA & B T K UL S o- TRAMAZ 8] (1 57 AR S HRRAE . Ak, TEABRERIL AT
PUEIE IR 5N, PD WA R WMAEBFEIET, BONE BRI E RBRARE . ok 2 A FUR B, & 28 0E
£ PD i BEAI AR B b # R G VR, 5 RO At Je A DG B, P JRE PR 3 252 b vl 14 P e Joi 4 e 51 6 1K S 24 i
B — RV R AR T, A R FERE F-o (TNF-0) #ANEREER S 2 —. FF5ME g EEY)
IR R,

JLAEHK, TNF-of N PD RIFHLEI I 2 —, TNF-an @it 2 4638 B0 5 /0B 5 4 K% 4% 1 s w4 it
K143 PD EH TH& A SR T, BREAE @& R 1EH, Hid 253k TNF 25| i 2 M4 &
GUBIPY 3 A TNF-on] fi PD 82 F ORI 40 B & A s B BEIR S, 8 AP & o st T 3 5 IR & o 1)
e, INE T RREIRAT IR AR R AR,

TNF-afE PD & H E IR IR 2 5 SE I R #%, 0] Re s ma 20 D) Re AT 1 . O 223 e sk,
BAR KA TNF-o i & I RE 0% 8 1 NLRP3 98 hE /MA BIB0E , 42 12E 1505 57 40 B PR 9 RE IURE, AT 0 R+ 228 e i 4 4171
I HIRReWAE H T M i A AR A, I8k 4% 1% 18—l D) RE R A3 PD R AR R ),

TNF £ PD &S AL A gt g s 72 AR 4 FBCR BS 1 E AATTR EAL, 3E— 250 TNF A5 5@ %A EAIT KR
B S Z PR R BB, 7E PD BYRYT ERFESE IR IAE A, AR T RGE B IR RRER . $2 7 PD A
AEF R B T fF TNF 5 PD Z M BIOC RN, RKIGITINH RSB HAEE, ik e,
A R B 5

2. TNF X RSN EIERTLE
2.1 RPERHLE
PR SRBEIR T (TNF) 5o 5 firh v] 98 P 00U =75 40 22 45493 5o 8 DA B VR =75 B T2 e o 40 i 5 fh A% 3 T S R s S b

WEEES: XZIRQ003—), B, AR, HRAENERTIERR;
R TRIE(2004—), &, ARME, HFAREAME;
BIERRQ004—), &, ARIE, FRARNBEBTIEERRIBERE;
IFE(2006—), 7, ARILE, FIFAHIMELE;
ZAH(2003—), &7, ARHE, FARBEMRIRITIERR;
HHR2004—), %7, ARME, HISTAANEEEITHER.
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PR E EEE . RS S 75 T (BDNF) K 2 5 I 5 40 jo A/ i R 4i s 4 . HF Bh T
HEFER M4 TOAEE D) MLk TNF XS RGEEAGRYEH . Ak, TNF & geiEd M2k (TNFRI1
FITNFR2) NS 2 MRS 50K, a2 i i ai i sh sl Mo Rst R 7 1 5 5 A 3(TNFAIP3) 2 B
PUREHE . BRI TNFAIP3 fedilifi] MPTP i 5 1)/ i NFxB 1 mTOR Gl ZIE/EH, Kb /e
ER, BT W, BRI 7 (TNF)ZE IE &5 B0 Rl LR BRI w42 KRR MER

BT R WM IAEE 7 (TNF) XA KRG HARPER .. fEIEFREST, MIRIRSEHE7X 4
REGMIEH A EENR L. &Nk, FRMHIRET, X TNF 0EH Rl s, dmS5masif
B, MMEMAPE (PD) MR FELE R feSX P57 F % UM%

2.2 $RAB1E R

£ PD S5 2 AP 2 PR #0H TNF I B Z M R0, (HAZ2 /KF TNF-a (RIEK&FH T T E
Sy W2 BRI 5T 4 AN e A 2 B R I L R R PR, R IR AR P 2 SRR 2 R G 0 SORE N,
Bk 2,

Atk TNF 1) Rk 2l e 2 ofit, i H TNFR2 {5 5 8B aE & — A SOV 7 6 I R 7 THE R, B
AT LA HE A T ARG S A hRE A%, BET R 2 HT R IR 1E IS, T TNF ££ CNS HERAE R RIEM LS, 105
HA-FMATTRIET, XWHIRZ A NDD AJwAHSC, HCAB /R AHEERM « M0 ARRSE, 125 HIRORT 7Tl L
T B SRR R B (LRRK2) W] LABEIR AL p53 JF et SO EAN I 1 TNF-a B4, 5932 BiLREM 2
JC T, BN PD jiAEHh TNF—osie SEE/EH] . JET Bl JLAT, $2H 7 TNF o ELER2MT LDN H ) Reftst
T2 A, S H A 3 THL 200 A5 AR 23 p53 38 R O ) e s IR 1 I AR B S R FE B AR ] . T4 TNF
AIE I { LDNs K& PD p53 5 Ja B B i 125 I 1X o b G 2 DR -1 R A DL

TNF VR PR T HOR BEFIFREE 6 fF . (RIREE T, TNF BAGRYEM, 2 ReHE —Fh st & o2 T
MPFAER T, WD . XA RGUHRAFAL . M, FEmREE T X i o e soidls, AT AH]
THIE RS, IR TNF (A R B0 B0 AF B R ARAT A 220, FLRETT SR IIT A A 22 JORE AN 22 3R AT VEBIR
SEIR YT SR o

3. TNF FEMHERR ASmLEI PRI ER

IREIRIEIE Ta (TNF-o) M2 RAESFE R — AN EEN T, GHARNESS 1 HeRNPD)EL s
IBAT PRI, AR PN R RIA ) TNF-afE e (5 BT 4B , AERP 2R JORE A A A B B B B A, AR A e AR A Y
t, AL TNF-a il 84 5B IR S A s 4, DA esifi. TNF-oafgfeit MR RAn & 2RI 4 s L, X P
Tl 248 B 25 B A 9 S N A Hh oA K 96 M DR 7 TL- 1B IL-6 F NO &5, HETTE Al 2 M £ 0 2 L 2 40T,
PD /N B A B S AN R T8 1 o R fil% 8 1 Ca-Synuclein, SNCA) A 5%, AL DU/ BT 4l A3 #h 2
SOE AR S 0] BE AR VRIT W S AR 1A RORMG 2 — . fE PD B, a-syn S RN TN R AN RS A K 50
R, B — RIVATFEA T, WRMEMMEE T (TNF-o ) iEPHE%E (ROS) FI—% A (NO) %%, T DA
REFR L TCHI AR IR T o HE— BT T R I, EMA AR 3 IS P h o Rl A% 52 (o-Synuclein, SNCA) 5 TNF-o
ZIEAFAE R 2 IEAROR, I SNCA 15 /0B ot 240 i 3o P2 3350t A 3 ) Fhoiik e 48 SO0 s I T -5 1 < % FAY A0 LA 5 %
el gbhbh, a-syn REATIRANM N LRATIRE . B TR RO A0 [ I A PR AR S R A, R OE /MG
BE— PN B o-syn SEERAIFERY BCBEE R, AR, TNF-adliid B0 NF-«B 4519 58 /N1 5 40
PSS RE R B BB, BE T S BOH M E 2 e RAE IR T, RGBS, At — 2 3k 2 BRI T
P To08,

TR, RIAIER TaZ2 5 T 6- 52 U FE 2 DRZREMAE TTIE T RE, It &
WE B AR AL SN R 7 2 18] T BEAF 256 55 DI ROIBE 2R 000 S0 ML Dy i 22 IR AT P55 ) — A S
RO EL AR, AEAPERIRAT VEBOA (0 R AE AR A7 A2 KB TNF-,  [HIk TNF-o 2R iR A R R ) BN 12
—o TNF-o 7] DI i B0 RO S W 75 A S A Bt mT B ] T Zebi AR i 2hi R i D Rg, T S RE &
ARUFERG . M SRR, B TNF-a (03RIEPEREE 2R AT RERL T, Bl ATP £ PR & ROS JKF-TH i
BETI S SAMRE T AT 0. Antl, TNF-o4 58 RS M e i R IER, TNF-am] K45
P, SEE ERZAERIE TR, I TR AR A RS . H AT 2 A HE B X TNF M2 B EAT A1
KA AN WA OB TT SR RY,  HULFE H TNF RS 2 R RIGYT PD — N RBR & .

KEHTFUR Y] PD i B AR vh PR B il 2 SORE OB & 2E o PD IR AE T, TNF-a MR ELFEAT I T i o
KRG (CNS) G KPHE JORE R LRLAR D) BEFRRT, I 1o ik — Tl O AL A1) 5 80290 PR J
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4.TNF X7 PD fX——RZ4hAIHLH

EMEREE T, HGEMED A — €M, TR, PD /NS R AR o 5 BE B ] AR 25 1
FRE 18, ZTETE ], AT H AT B T840, RN 8RR (SCFAs) 190122, SCFAs 3= %5 id i 15
FAE SR PD (EERE, T BRI I8 JOAE LA 2 JORE AN T o AR TR Il RAERE E . N R
EHRAERR LS SCFAs ACHANT R 3R IR EZ 5 SO 1 2R K . LR ER T TR 40 A B A 4R i ¢
AR T TNF-a B BIEREMRE R 2 SR IE 206, S0 T E rdE e, (2t 7 IE 2 40 71
gril, FAEUA TNF, S8R0 PR 1 ] 38 3 i i 2 2o i — I BB, SRR RORERP . AR, il R
AU B A (K R AR TR LA B AU 18 7 AR I y- 22 T BRI, S 5 AR P A TS K A A
VKT S, [AHERRIZ 53] PD KRR, FERT T AL, T e = AR TR T et i < AR K B R
AR i RO, O IR EAR R TIR OB LA . A, fE— BT RY], SOETERR % (IBD) 1
PD KA THF IBD B . {H IBD EH AT HIEZHAIT TNF 6575 PD AR R B BECA X, [, —
SERTFLRE, M SOREAE PD-MCL HRIRHLE] G 985 O hr . N SRERI F RE MW, il iR A 2 R 2
B REIIRE S, A1 i TE Y RO SR A4 S LA P 0 N BRI, MO e R 48, 51 AR PEIR R 2O IR
TAPEE SRR 22 T BUNR A ML 52 % &AL, 35405 BN R AR IR & R AR JOE R T (TNF- TL-1B — LA
SE) 5 kA B A 2 A R R — P B, AT AT RE 2 S B PDIS, it DL TR RE AR 2R 1 2 75 RE B8 1N PD RYT
WIFT LA N 32 B 2 1R . AN, AT Q2T 3 IR B =2 AT D9 R 3T 190 i RS I AT — 5 B e ),
URUEFE R, T8 RS A < AR [ PRI S BRI S2 B0 o XA e AR08 (4 e PRAS U AR T T VR S S it T DK
HIME -

5.5

PD £ W IIE TNF 5% ANAFAEH R 5. MygRseRE 7(TNF) A W EME, EME KRG R IEXAE
s ERIThEE SR K BTV T S B S DA oG . AT Sl m] B s AR E R IR T R IA(NF-B /TR 3
R . PG PB- acting - IR VR M #0422 T/ (BDNF) [ RIE), R P15 5B B (NF-«B 71U 15) 2 & TNF {#7
% ORI 22 0 IE W FIDIRE . T4 TNF WK S i A 2 n ke T 57 0% MIECIRES S B & 200, It & 41 i
B AT AL, R RGN, PSS PD A RGO, WIRTHTIER, AL PD B ipiE B e
WABERRK, MAEYZERB KM INF &8, 51EMERERRA, BIIERE =4 51 RS Fh 9 5 i
AR, TS RS RE, PR PD.H T PD B A R R W NS, DL PD BEAN
TNF H W 5I& & & L] G S8R RIER K, #E—5IES T PD fiN-afli s mi it 7 &K BLEE N PD f5%:
JRPERFTCIRAEHT I A . H AT T s R (L35 3 F Bt TNF 29901 110) 77 T BB 72 L B T — 2 1R T7 3CR,
B ] 7 FH - I PR AT A AE — 2 B A . B 4 5 AOIE 7 A mlt B30 2O BZE Al 3 i TNF RO S i sh 7). Gl de
PEBLE) TNFRL, {48 1550 TNFR2, &R 80 TNF IR IS PRS0 TNF D seBldEm s b, IFx%
¥t TNF 57501 (GRAER/SSRWBES) BEHT AR, it 2 1 s R RV H Mg s
WMo WAL, EMIE. WP ELE PD MHoC R (1: TNFAIP3. LRRK2) A% )5 & 1545|424k TNF /KF 57
A E] PD B2 5 43 20 B I0E 2 X FIFE 24 5 R E S 2 — . WYERIGR A 7 TH R ¥F, $L TNF
KA A . TR0 T B REEA RGP N CAIERY, Pt TNF BE&BUA iR T BB (thlnk e .
DBS %) M{EAE TR EE Z BT 3CFE, STk, A Q% E@EH M sh e i sl g R8s w A, @il e B
TP R R 1) B - S L, R A BRI MR B R F B (i il B gi il P B . N TR RE AT
AR, BEBEHEAE) , FINARAMIRTT TNF 78 PD o1 R FE1EH L]
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Research progress of tumor necrosis factor in Parkinson's disease

AYixian liu!,Di na-jiang a dan!,Jiaxin Gao',Shihui Zhang',Yaqi Meng',Lin Xu!
!Daging Normal University, College of Bioengineering, Daqing, China
Abstract: In recent years, the prevalence of parkinson's disease (PD) in China has been rising, which has brought
increasing economic burden to the society. The exact pathogenic factors and pathogenesis of PD are still unclear. At
present, it is believed that inflammatory response is closely related to the pathogenesis and disease development of
PD. . This article summarizes the role of TNF mediated inflammatory response in the progression of PD, as well as

the molecular mechanism of TNF - a in PD, signaling pathways and the impact on brain gut axis, hoping to provide
references for the study of PD pathogenesis.

Keywords: Parkinson's disease; Tumor necrosis factor; Neuroinflammation; Intestinal flora
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